Background: Superior cluneal nerve entrapment neuropathy (SCN-EN) may contribute to low back pain (LBP). However, it is often misdiagnosed as lumbar spine disorder and poorly understood. Methods: Between April 2012 and September 2013, we treated 27 patients (3 men, 24 women; mean age 75.0 years) with LBP due to SCN-EN elicited by vertebral compression fractures. Symptoms were unilateral in 4 patients and bilateral in 23 patients. The interval between symptom onset and treatment averaged 10.8 months; the mean postoperative follow-up period was 19.0 months. The clinical outcomes were assessed utilizing the numeric rating scale (NRS) for LBP, the Japanese Orthopedic Association (JOA) score, and the Roland-Morris Disability Questionnaire (RDQ) before and after treatment (e.g., until the latest follow-up). Results: LBP in 17 patients was immediately improved by SCN block only. The remaining 10 patients required surgery (involving 18 sites) as SCN blocks were only transiently effective. Operative intervention resulted in the immediate and continued improvement of their LBP. Notably, their NRS decreased from 7.4 to 1.5, their RDQ scores from 19.6 to 7.0, and their JOA scores increased from 10.7 to 20.3. Conclusions: In this series, 27 patients with LBP due to SCN-EN responded either to SCN blocks (17 patients) or surgical release of SCN entrapment (10 patients at 18 sites).
INTRODUCTION
Superior cluneal nerve entrapment neuropathy (SCN-EN) may contribute to low back pain (LBP) involving the iliac crest and buttocks. [1, 2, 4, 5] LBP due to SCN-EN is exacerbated by lumbar movement and can be easily misdiagnosed as a lumbar spine disorder. Here, we report our nerve block or surgical treatment results of SCN-EN contributing to LBP in 27 patients.
Treatment of low back pain in patients with vertebral compression fractures and superior cluneal nerve entrapment neuropathies

MATERIALS AND METHODS
Between April 2012 and September 2013, we treated 27 LBP patients with SCN-EN and vertebral compression fractures (VCFs), it was induced by the movement such as rolling, standing, or walking [ Table 1 ]. Acute-onset LBP due to VCF was reported by 23 patients (85.2%), in 6 VCF was due to trauma. The other four reported neither acute-onset pain nor trauma, their LBP increased gradually. On admission, radiological findings showed fresh VCF in 22 patients. During follow-up, all VCFs were cured under observation therapy, and there was no instability of the vertebra; 5 patients suffered new VCF.
Surgical procedure for superior cluneal nerve entrapment neuropathy
We performed microsurgical release for SCN-EN entrapment in the prone position in 10 patients (at 18 sites). First, a 5-cm-long skin incision was made across the trigger point on the iliac crest; this allowed for identification of the SCN nerve (e.g., located on the fat overlying the subcutaneous compartment) [ Figure 1a ]. The thoracolumbar fascia was incised to free the SCN of kinks; this maneuver decompressed the SCN both rostrally and distally [ Figure 1b -d]. Where manual direct compression of the SCN failed to elicit radiating pain (e.g., involving the local trigger point on the iliac crest), it suggested entrapment of other SCNs that were also decompressed (e.g., the 11-18 th sites). Treatment was considered complete when the radiating pain disappeared upon manual direct compression on the iliac crest. Postoperatively, the patients' movements were not restricted.
RESULTS
We first performed repetitive SCN block; in 17 patients this produced pain reduction. The senior author (T.I.) operated 18 sites in 10 patients because pain alleviation was transient. One operated patient suffered LBP recurrence and underwent re-operation to address other SCNs. There were no surgical complications. SCN-EN treatment led to significant LBP improvement [ Table 1 ].
DISCUSSION
In some patients with VCF, LBP is not adequately controlled by conservative measures and pain control medications may be poorly tolerated. Our experience suggests that in some patients SCN-EN contributes to LBP after VCF. Entrapment and irritation of the SCN at the orifice where it penetrates the thoracolumbar fascia produces LBP, and 1.6-12.0% of LBP has been reported to be due to SCN-EN. [1] [2] [3] [4] [5] This type of LBP is exacerbated by lumbar movement and tends to be wrongly attributed to lumbar spine disorder. Of our 27 patients, 11 responded to SCN-EN treatment in the chronic phase of VCF; in 17 SCN block only was effective. When nerve block is only transiently effective, SCN-EN should be considered and neurolysis of the SCN under local anesthesia may be curative. A diagnosis of SCN-EN cannot be obtained based on radiological findings alone and occult SCN-EN must be ruled out in patients with VCF suffering treatment-resistant LBP. 
CONCLUSIONS
We report 27 patients with VCF and LBP attributable to SCN-EN. They experienced pain abatement by SCN block or surgical release of the SCN entrapment. We suggest that SCN-EN should be considered and addressed in patients with VCF resulting in LBP.
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